amount of bile-stained fluid was seen in the pharynx. The trachea was intubated, a suction catheter passed down the endotracheal tube with no aspirate obtained and the lungs were ventilated with nitrous oxide and oxygen. The haemoglobin saturation improved to 95 rJfo. Anaesthesia was then maintained with enflurane at 1.0 to 1.5rJfo and neuromuscular blockade with vecuronium.
Shortly after placing the patient in the lateral position and commencement of surgical manipulation, the haemoglobin saturation decreased to 90rJfo. Cardiovascular parameters were unchanged, and after checking that ventilation was adequate, the Fi02 was increased. Over the next few minutes the arterial pressure decreased to a systolic of 70 mmHg and one litre of Haemaccel was rapidly infused. The patient was placed back in the supine position to facilitate resuscitation. The arterial pressure continued to decrease and was accompanied by a further fall in haemoglobin saturation and a decrease in endtidal C02 to 25 mmHg. The ECG showed a prolonged PR interval with a rate of 120/min. Metaraminol 4 mg and a further 500 ml of Haemaccel were given, with little effect on the arterial pressure. The external jugular vein was noticed to be distended. Internal jugular vein cannulation was performed quickly and showed a central venous pressure exceeding 40 cm H2O. Shortly thereafter electro-mechanical dissociation occurred, with the femoral pulse becoming impalpable. External cardiac massage was commenced. Adrenaline was given to a total of 5 mg. A working diagnosis of pulmonary embolism was made, the cardiothoracic surgeons were summoned and the decision made to proceed to cardiopulmonary bypass and embolectomy.
The chest was opened via a median sternotomy and internal cardiac massage commenced. Cardiopulmonary bypass was rapidly instituted using a single venous cannula. The time from initial external massage to commencement of cardiopulmonary bypass was 60 minutes. A 35 cm pulmonary embolus was removed from the main pulmonary trunk extending up both ~nanfhni{/ and Inrensi)'c Care, ro/. 21. So, 3, JUlle, 1993 pulmonary arteries. The pleural cavities were opened and each lobe of lung massaged to express further clot. The patient was weaned from bypass using moderate doses of inotropes and sequential atrio-ventricular pacing. After stabilisation in the intensive care unit, an inferior vena caval filter was inserted to prevent further embolisation. The postoperative period was complicated by high-output renal failure, moderate pulmonary hypertension and moderate hypoxic encephalopathy. At 14 days, residual neurological deficits included short-term memory and visuospatial impairment. When the patient was discharged from the orthopaedic rehabilitation unit two months later, only minor memory problems persisted. 
DISCUSSION
The diagnosis of pulmonary thromboembolism in this patient was complicated by several factors. We initially thought that the patient may have aspirated, which would have explained the decrease in haemoglobin saturation at induction. However, the fully fasted status, the absence of endotracheal aspirate, normal inflation pressures, normal breath sounds and the later onset of hypotension made this unlikely. We then considered that the problem could be related to blood loss into the pelvis precipitated by positioning and surgical manipulation. The failure to respond to volume replacement and vasopressors, the severity of the hypoxia, the marked decrease in endtidal carbon dioxide and the discovery of distended external jugular veins made us consider other diagnoses. The differential diagnosis was then between pulmonary thromboembolism and myocardial infarction. Further investigations such as pulmonary angiography and even a 12-lead electrocardiogram became inappropriate as the femoral pulse became impalpable and cardiac massage was commenced. Risk factors for deep venous thrombosis such as fractured pelvis 6 and seven days' immobility, the absence of a history of cardiovascular Anaesthesia and Intensive Care, hJ/. 21, So. 3, June, 1993 disease and the lack of electrocardiographic changes suggestive of acute myocardial infarction made the diagnosis of pulmonary thromboembolism the most likely. In retrospect, the suxamethonium-induced fasciculations may have resulted in emboli being dislodged, causing the initial fall in saturation, followed later by much larger emboli during manipulation of the pelvis. The use of suxamethonium in patients at risk from pulmonary embolus may therefore need to be carefully considered and perhaps a nondepolarising relaxant may be more appropriate in patients not at risk from aspiration.
The management of massive pulmonary thromboembolism includes surgical embolectomy (either by open thoracotomy or removal by transvenous catheter), thrombolytic therapy, anticoagulation and inferior vena caval filter placement. 7 The place of surgical embolectomy via thoracotomy is still debated, but in the absence of an adequate cardiac output despite vasopressor therapy it would seem to be the only real alternative. 8·10 In conclusion, we suggest that a high index of suspicion should be maintained in patients at risk from pulmonary thromboembolism, and early surgical embolectomy (if facilities exist) should be considered in patients with severe haemodynamic disturbances not responding to vasopressor therapy.
